features of erythema annulare centrifugum have not been related with any systemic disorder except candida infestation of which there was no evidence in our patient. Pulmonary fibrosis is frequently of unknown etiology but may be genetically determined (Bonanni et al. 1965) . Eosinophilia is common in propositi and other family members in this situation. Although the mother of this case had mild hay fever neither she nor other members of the family had eosinophilia. Studies in the parents for in vitro evidence of any immunological abnormality were also negative.
Congenital Chloridorrhmea Thomas R Lee MB MRCP (for J K Lloyd MD FRCP and J T Harries MRCP DCH) (Hospitalfor Sick Children, Great Ormond Street, London WCJ) History: A girl, the second liveborn child of unrelated Indian parents, was born at 36 weeks gestation, weighing 2.04 kg. The pregnancy was complicated by gross hydramnios requiring amniocentesis before delivery; approximately 4 litres of liquor was present. There was no relevant family history.
Abdominal distension was present at birth. No meconium was passed at any time but a 'urinelike' fluid was passed per rectum. A provisional diagnosis of intestinal obstruction was made. Abdominal distension and watery diarrhoea persisted and by the seventh day she had lost 25 % of her birth weight. Jaundice developed on the fourth day, plasma bilirubin reaching a maximum of 15 mg/f100 ml.
At 5 weeks barium enema demonstrated a possible malrotation, and a one-turn volvulus was corrected surgically. Postoperatively, however, abdominal distension and diarrhoea persisted even during ten days of total intravenous feeding. Because of suspected intolerance to cows' milk protein, disaccharides or fats, she was given feeds of comminuted chicken, monosaccharides and medium chain triglycerides. In spite of persistence of diarrhoea, her weight gain was satisfactory. At 8 weeks the significance of a hypochloraemic alkalosis with hypokalkmia (chloride ion 69 mEq/l., TCO2 36 mmol/l., potassium 2.3 mEq/l.) which had been recorded since just before opera-tion, was appreciated. The diagnosis of congenital chloridorrhoea was confirmed by the finding of an excess of chloride (119 mEq/l.) over the sum of potassium (95 mEq/l.) and sodium (12 mEq/l.) in the stools.
Plasma electrolytes were corrected with oral supplements of potassium chloride, a total daily intake of about 11 mEq/kg of both potassium and chloride ion being necessary. After stabilization of plasma electrolytes, the supplements were changed to potassium citrate, but hypochlorwmia and hypokalemia recurred, and diarrhoea did not lessen. She was therefore reestablished on potassium chloride. A normal diet was reintroduced successfully; there was some lessening of diarrheea after the introduction of solid food.
At 7 months she was passing 4-5 stools per day, and weighed 6 kg. Her developmental progress appeared normal.
Discussion
Congenital chloridorrheea was first described in 1945 (Gamble et al. 1945 , Darrow 1945 and since then only 24 cases have been documented. It is inherited as an autosomal recessive. Clinical features: The features, well exemplified by our patient, are sufficiently distinctive to enable the diagnosis to be considered in any case of neonatal diarrhoea.
Labour is usually premature, possibly due to the mechanical effects of the almost invariable hydramnios. This may be the result of diarrheea occurring antenatally, which could also explain the absence of meconium. Abdominal distension can be very marked; its cause is unknown, although it has been suggested that hypokalkmic ileus may contribute. Excessive weight loss and hyperbilirubinemia in the neonatal period may be due in part to dehydration. Watery diarrhoea is a persistent feature. The typical biochemical features of hypochlornmia, hypokalemia and metabolic alkalosis may not be present in the neonatal period, when an acidosis can occur. The stool electrolyte pattern of (Cl-)>(K+)+(Na+) is pathognomonic, all other causes of diarrhoea producing the reverse picture. Pathogenesis: In the jejunum, chloride is absorbed by passive diffusion, whereas in the ileum and colon a specific anion exchange system couples active absorption of chloride to secretion of bicarbonate. In the ileum this system may be linked to a cation exchange system, whereby the absorption of sodium is coupled to secretion of hydrogen ions.
Perfusion studies in adults with congenital chloridorrhoea (Turnberg 1971 , Bieberdorf et al. 1972 ) have shown absorption of fluid and electrolytes to be normal in the jejunum. In the ileum, however, transport of chloride and fluid was im-paired. A similar abnormality probably exists in the colon. The results of these investigations suggest that the primary abnormality may be a specific defect in the chloride/bicarbonate exchange system in the ileum and colon whereby chloride is retained in the lumen and bicarbonate in the cell. in labour at 36 weeks gestation with severe preeclampsia (blood pressure 150/lOOmmHg, oedema, albuminuria strongly positive) and was delivered of a girl weighing 2410 g by forceps nine hours later. In the intervening period she was sedated with an intravenous infusion of 120 mg diazepam and, two hours before delivery, with 100 mg pethidine i.m. At birth, the baby was given oxygen by face mask and nalorphine 0.5 mg i.m.
The Apgar score at one minute was 8. She was noted to be very lethargic and hypotonic, and her respirations were shallow and irregular. By the age of 2 hours she was having apnceic attacks and by 23 hours had had 34 such episodes. These responded to peripheral stimulation except for one at 15 hours which required endotracheal intubation and positive pressure ventilation. A diagnosis of diazepam intoxication was made and, at 23 hours, an exchange transfusion (ET) using 405 ml of blood was performed through the umbilical vein. Following this, her breathing improved, but she remained lethargic and hypotonic and needed to be tube-fed for four weeks.
In the week after the exchange transfusion, she developed abdominal distension and bile-stained vomiting. A Gastrografin meal suggested partial obstruction of the jejunum. Laparotomy on Day 30 revealed stenosis of the jejunum 7 cm distal to the duodeno-jejunal junction. This was corrected by jejunoplasty (Mr H White). Histology of a biopsy specimen taken from the stenotic area showed organizing fibrous tissue, the appearance being consistent with that of a healing jejunal infarction. Postoperative recovery was uneventful and she was discharged from hospital aged 44 days weighing 2840 g. Her subsequent progress has been uneventful. Investigations: Using a method based on that of de Silva & Puglisi (1970) the levels of diazepam and of its active metabolite desmethyl-diazepam were measured by gas chromatography in blood taken before and after ET and at intervals throughout the first 34 days of life. ET effectively reduced the level of diazepam and its principal metabolite in the blood although there was a transitory rebound (Fig 1) . In spite of this procedure the presence of the drug persisted and could still be detected 34 days later. Only very small amounts of diazepam and none of the hydroxylated metabolites were found in urine samples collected on Days 3 and 20.
Diazepam and its pharmacologically active metabolite desmethyl-diazepam are normally bound to serum proteins in the blood. Following hydroxylation and conjugation to water soluble glucuronide in the liver, the drug is excreted in bile and urine. Excretion by the adult is slow and 
